Objective: Trichomonas vaginalis (TV) infection is associated with preterm rupture of membranes (PROM) and preterm birth. We evaluated the effects of TV growth and metabolism on preparations of human amniochorion to understand and characterize how TV may impair fetal-membrane integrity and predispose to PROM and preterm birth.
preterm birth reterm birth continues to be the major cause of perinatal morbidity and mortality. Despite advances in neonatal care, there has been little impact on the incidence of preterrn birth. This lack of progress in reducing risks of prematurity results from a continuing lack of understanding of the pathobiology of preterm labor and preterm premature rupture of membranes (pPROM).
Much information shows that maternal/ reproductive-tract infections as well as host inflammatory responses to infection correlate with a substantial portion of both preterm birth and PROM. [2] [3] [4] [5] [6] The mechanisms of these associations have not been elucidated. However, many postulate that virulence factors produced by infecting organisms or by the host in response to infection are the crucial elements. 2 Supporting this theory have been findings that the microorganisms common in vaginal flora, as well as those acknowledged to be genital pathogens, produce enzymes that can weaken fetal membranes in vitro. 7'9 Further, the proteolytic enzymes liberated by both microorganisms and host inflammatory cells can damage fetal membranes, thus decreasing the measurements of bursting tension, work to rupture, and elasticity. [10] [11] [12] Trichomonas vaginalis (TV) is a common sexually transmitted protozoan which causes symptomatic exocervicitis and vaginitis as well as asymptomatic infection. 13 TV organisms are enzymatically well endowed, producing numerous proteases, hemolytic substances, and other factors which potentially could damage maternal-fetal tissues and predispose infected women to pPROM and preterm birth. 14 '15 In a recent large epidemiologic study correlating vaginal infection with pregnancy outcomes, TV infection identified at mid-gestation was significantly associated with PROM, preterm birth, and low birth weight. 16 Tests also were performed to assess the role of extracellular roducts of TV metabolism on membrane damage. Cell-free filtrates from 48-h logphase parasites significantly decreased the fetalmembrane bursting tension and work to rupture, suggesting that extracellular factors produced by TV can impair fetal-membrane strength (Fig. 4) .
Preliminary studies aimed at identifying the virulence factor demonstrated the presence of proteases in the culture supernatants. Protease activities ranged from 10 mU activity/ml of supernatant to 44 mU/ml. 
